Protein losing enteropathy (PLE), a very rare disease with hypoproteinemia and edema as its characteristics, is caused by various diseases resulting in protein depletion from the gut. The diagnosis is relatively difficult due to its complex pathogeneses. The present paper reported a case whose symptom started with acute diarrhea and hypoproteinemia. Gastrointestinal endoscopies showed digestive ulcers and colon polyp.The treatments contained albumin infusion, Chinese herbal decoction and other symptomatic therapies. The hypoproteinemia become even worse and edema occurred after 4 days' treatment. A larger dose of albumin infusion (40-60 g/ d) and modified herbal decoctions were prescribed. A final diagnosis of eosinophilic gastroenteritis (EG) complicated with PLE was confirmed by histopathological examination of a repeated gastroscopy. After three weeks' treatment, the serum albumin level was raised and the edema subsided gradually. In conclusion, herbs may have an effect on PLE patients, but PLE resulting from EG is very complex and easy to misdiagnose, especially in atypical conditions. Further studies are required to find the exact mechanisms.
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INTRODUCTION
Protein losing enteropathy (PLE), an uncommon clinical condition, is caused by a variety of causes resulting in excessive serum proteins losing via digestive tract, and mainly manifested ashypoproteinemia and edema. The mechanisms may include mucosal lesions, increased mucosal capillary permeability, venous or lymphatic obstruction which leads to protein exudation to the digestive tract. 1, 2 In healthy individuals, the accounts of protein loss via the gut mucosa are very small, less than 10% of the serum albumin pool. While in PLE patients, it will increase to almost 60% of the total albumin. 3 The primary diseases have a wide range, from inflammation bowel disease, gut malignancy, erosive gastropathy, intestinal lymphoma, eosinophilicgastroenteritis (EG), celiac disease, hypertrophic gastropathies, intestinal lymphangiectasia, congestive heart failure, fontan proceduretosystemic lupus erythematosis and bacterial overgrowth. 3, 4 Because of the multiple underlying causes, the clinical features vary a lot and the diagnosis is difficult.Treatments usually focus on the underlying causes, while supportive therapy is also important.
Case report
A 34-year-old male patient, with a 4-day history of severe diarrhea, was hospitalized in our hospital in July 2015. He presented with watery stool (5-6 times per day), mild abdominal distension, debilitation and poor appetite. The patient had a prior history of diarrhea and hypoproteinemia which was managed by supportive treatment and was diagnosed with protein losing enteropathy (PLE) in 2000, but the underlying cause was unknown. The laboratory findings were as follows: red blood cell count, 6.72 × 10 Presumptive diagnosis was acute gastroenteritis and hypoproteinemia. The treatments included omeprazole, microecologics, mosapride, human serum albumin (10 g/d) and Chinese herbs (Decoction 1, Table 1 ). The diarrhea was improved after 4 days' treatment, while the albumin was decreased as low as to 16.3 g/L. And it appeared that the patient had mild pleural effusion, ascites and progressive edema. Then the dosage of human serum albumin was modified, as well as that of the herbs (Decoction 2, Table 1 ). But our daily monitoring of the serum albumin showed that the hypoproteinemia could not be corrected. Then extensive investigations were carried out. Upper abdominal computed tomography revealed right pleural effusion and a small amount of percolate between intestines. Capsule endoscopy demonstrated duodenitis and jejunitis ( Figure 3 ). All gastroenterography, thyroid, liver and renal function tests were normal. Urinalysis and 24-hour urinary protein showed no evidence of proteinuria. Anti-ds DNA, anti-ss DNA, anti-CCP, and anti-nuclear antibody were negative. A repeated gastroscopy demonstrated gastritis, edematous mucosa with gastric ulcers (Figure 4 ). Histology revealed gastric ulcerations, mucosal chronic inflammation with mild intestinal metaplasia and duodenal eosinophilic infiltration with 68 eosinophils per high-power field on biopsies taken throughout the duodenum ( Figure 5 ). It was about three weeks later when the final diagnosis of eosinophilicgastroenteritis (EG) complicated with PLE was confirmed. During that period the main treatments were still human serum albumin and herbs (Decoction 3, Table 1 ). During the first two weeks the hypoprotenemia was refractory, even though the dose of human serum albumins was as high as 40-60 g/d. Subsequently, the serum albumin became steady (24 g/L) at the third week. Therefore, the amount of human serum albumins were reduced gradually, and completely deactivated finally. With the rising of the serum albumin, urine volume began to increase remarkably and edema subsided day by day. After 1-year's follow, no relapse was occurred.
DISCUSSION
EG is a rare diseasecharacterized by peripheral eosinophilia, together with local or diffuse eosinophils infiltration of the gastrointestinal tract. Since a review reported by Klein et al diarrhea and weight loss secondary to PLE and malabsorption; (b) muscle layer disease, which is the secondary most common (13%-70% ) form, usually affects the stomach and duodenum and presents with gastrointestinal obstructive symptoms owing to the thickened digestive wall; (c) subserosal disease isless common (12%-40%) and characterized by intense peripheral eosinophilia, ascites and prompt response to steroid therapy. The diagnostic criterion may contains the followings: 14 (a) gastrointestinal symptoms; (b) eosinophilic infiltration in one or more segments of the digestive tract (more than 20-50/PHF); (c) other diseases, such as parasitic infection, which could cause eosinophilic gastrointestinal infiltration should be excluded. With the generally poor understanding of the etiology and pathogenesis of EG, there has been no consensus regarding to optimal treatment. Dietary therapy, which could avoid the allergy, was recommended as the first therapeutic strategy. 15 And corticosteroids constitute the main treatment for patients for whom dietary therapy is not feasible or failed. Tc-labeled human albumin scintigraphy ( 99m Tc-HAS), with a high sensitivity for the diagnosis and localization. 18 But these tests are unavailable in many hospitals, especially in undeveloped countries. In addition, negative outcomes of these tests were reported occasionally. 1 The diagnoses of underlying diseases need to combine all the clinical profiles together. As there is no specific therapy for PLE, the treatments for the underlying causes are crucial 3 and supportive therapy is usually necessary as well. This patient presented with unspecific gastrointestinal symptoms at first, and then appeared persistent hypoproteinemia and edema. Synthesizing the clinical features, we highly suspected PLE. Because of the technical and laboratorial inadequacies, neither a1-antitrypsin clearance nor 99m Tc-labeled human albumin scintigraphy ( 99m Tc-HAS) were performed. While Chen's 19 study had showed the combination of serum albumin (< 22 g/L) and 24-h urine protein (< 0.8 g/24 h) had ansignificant specificity and sensitivity in the diagnosis of PLE in systemic lupus erythematosus (SLE) patients. We also made a clinical diagnosis of PLE after the exclusions of liver, renal and thyroid disorders. Finally repeated histological biopsies through endoscopies gave us the evidences to EG, although without eosinophilia and any allergic symptoms or histories. PLE caused by EG was rarely reported in the literature. The mechanism of PLE in EG is believed to be secondary to the increased gut mucosal permeability which is result from inflammation. 20 Because of the poor understanding of the disease and the atypical features of this patient we did not diagnose him on time,which brought a difficulty to our treatment. So we used the decoctions under the TCM theory of syndrome differentiation and treatment, combining with the supportive therapies. Three weeks later, the patient's condition had been relieved. Although had the definite diagnosis, we decided not to use corticosteroids taking a consideration of the patient's status and the medication's side effects.
In conclusion, herbs may have an effect on PLE patients, but PLE resulting from EG is very complex and easy to misdiagnose, especially in atypical conditions. However, the diagnosis of PLE should be taken into consideration after excluding hepatic and renal diseases. The diagnosis of EG mainly relies on histology, 20 and multiple biopsies are required due to the patchy distribution of eosinophils infiltration. 6 Further studies are required to find the exact mechanisms.
